In a previous study (1) we observed that patients suffering frm primary hyperlipoproteinemia (PHLP) presented a decreased ree blood cell deformability when compared with a normolipemic healt~ control group. This increased rigidity could not be attributed te the increased cholesterol in the red blood cell membrane whicl these patients showed, because there was no statistically signifi· cant correlation between the two parameters. Moreover, the increased rigidity could not be attributed to either hematimetric 0] morphological changes in the erythrocytes. Among PHLP, primar~ hypertriglyceridemias (PHTG) frequently show alterations in thE hydrocarbon metabolism. Another of the causes of decreased red cell deformability is thE increase in glycosylated hemoglobin (HbA1C) (2). In order to fine out whether the increased erythrocyte rigidity observed in PHTG if related to the HbA,c level, we have studied the rigidity inde: (RI), using the Hanss Hemorheometre (3) and the HbA,c level in 2: patients belonging to six families affected by PHTG. Table I shows the values of serum lipids, glucose, HbAlc, leucocyte count, remanent leucocyte count in the 8% RBC suspensiol and RI. Table 1 Rigidity index (RI), plasmatic lipids (TG, CHOL), glucose, HbA,c leucocytes (Leuc) and remanent leucocytes (Rem Leuc) in the 8% RBI suspension in primary hypertriglyceridemia (PHTG) and in the con· trol group (CG). 
In a previous study (1) we observed that patients suffering frm primary hyperlipoproteinemia (PHLP) presented a decreased ree blood cell deformability when compared with a normolipemic healt~ control group. This increased rigidity could not be attributed te the increased cholesterol in the red blood cell membrane whicl these patients showed, because there was no statistically signifi· cant correlation between the two parameters. Moreover, the increased rigidity could not be attributed to either hematimetric 0] morphological changes in the erythrocytes. Among PHLP, primar~ hypertriglyceridemias (PHTG) frequently show alterations in thE hydrocarbon metabolism. Another of the causes of decreased red cell deformability is thE increase in glycosylated hemoglobin (HbA1C) (2) . In order to fine out whether the increased erythrocyte rigidity observed in PHTG if related to the HbA,c level, we have studied the rigidity inde: (RI), using the Hanss Hemorheometre (3) and the HbA,c level in 2: patients belonging to six families affected by PHTG. Table I shows the values of serum lipids, glucose, HbAlc, leucocyte count, remanent leucocyte count in the 8% RBC suspensiol and RI. On the other hand, the increased RI found in our PHTG patients can not be attributed to the presence of contaminant leucocytes in the RBC suspension, because there are no differences of this kind between the patients and control group. Moreover, in a previous study we showed that RI is not influenced by remanent leucocytes, when the leucocyte count is in the normal range (4).
Our results agree with those of other authors who used other methods to measure the red blood cell deformability in PHLP. Eijzenbach (5) using the ektacytometer and Muller (6) using fluorescence polarization found that PHTG patients showed less deformable red blood cells than normolipemic patients. The cause of the decreased red cell deformability in PHTG remains to be established but it does not seem according to our results to have to do, with the accompanying alterations of the hydrocarbon metabolism, concretely with the HbA,c level.
